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Comparison on bevacizumab and lobaplatin by intraperitoneal perfusion in treatment
of malignant ascites

NIU Nan, CHEN Wei, YANG Ming-li, WU Rong, ZENG Yue-can
Second Department of Medical Oncology, Shengjing Hospital of China Medical University, Shenyang 110022, China

Abstract: Objective To compare the efficacy and toxicities of Bevacizumab Injection and Lobaplatin for injection by intraperitoneal
perfusion in treatment of malignant ascites. Methods Patients (48 cases) with malignant ascites in Shengjing Hospital of China
Medical University from October 2013 to October 2015 were randomly divided into control and treatment group, and each group had
24 cases. Patients in the control group were received intraperitoneal perfusion with Lobaplatin for injection, 30 mg/m® diluted with
normal saline 50 mL, once weekly. Patients in the treatment group were received intraperitoneal perfusion with Bevacizumab
Injection, 5 mg/kg diluted with normal saline 50 mL, once weekly. The patients in two groups were treated for 2 weeks, 3 times at
most. After treatment, the efficacy was evaluated, and levels of VEGF and CEA in ascites were determined before treatment and
treated for 3 d. Scores of life quality in two groups were compared, and adverse reactions between two groups were studied.
Results  After treatment, the clinical efficacies in the control and treatment groups were 50.0% and 79.2%, respectively, and there was
difference between two groups (P < 0.05). After treatment, levels of VEGF and CEA in two groups were significantly decreased, and
the difference was statistically significant in the same group (P < 0.05). After treatment, the levels of VEGF in the treatment group
were significantly lower than those in the control group, with significant difference between two groups (P < 0.05). After treatment,
abdominal distension score and anorexia score in two groups were significantly decreased, and the difference was statistically
significant between group (P < 0.05). No grade III — IV toxicities were found in two groups. Conclusion Bevacizumab Injection
has better efficacy than Lobaplatin for injection in treatment of malignant ascites, and has good tolerance, which has a certain clinical
application value.
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Table 3 Comparison on scores of life quality between two groups ( X+s,n=24)
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Table 4 Comparison on adverse reactions between two groups

paveali ) lka el Zx .
ZH 5 n/f
1 /41 11 /451 11/41 v/ I /41 11 /451 11/41 v/
X i 24 8 3 0 0 5 1 0 0
NEbid 24 6 4 0 0 4 1 0 0
RN R8s AR T
o /B AR -
I /4] 11 /45 /41 vV /41 I /%1 11/41 /41 V/#1
X e 24 5 3 0 0 4 4 0 0
HIT 24 5 2 0 0 4 1 0 0
> >
4151 /il =) i
1 /41 11 /4] 1II/451 IV/41 I /41 11 /451 /451 IV/41
pagics 24 8 3 0 0 1 1 0 0
Ebid 24 6 3 0 0 2 1 0 0
3 it I8 R BB S T 5 B IS I B VEGF

G T s RV T g R ) AR A AN A
TG o MR 2 5 [ T s R T o R T I
JEE  DRET B PR R M SRR, A s R o5
SRR PRI . Wk BT I R 2 2 H
(AE TRl D B B R, B g A e
[ &b 2 TR I ORE S VEGE A3t Bk gd 10 4% g 4=
FSCRT 1 I A TR 3 P, 5 U P R P = A B DA O
Byrne 25U HiE S K BRI BEAE . VEGF 1 5[5
. DU VEGF fIbiik, v L5 VEGF
gh4y, A0 VEGF BIFER, AT i i 9 B 40
IR TRE SO s Ay L e R = e S P RS 3
(A K B 3T # o Pichelmayer 251236 1 DLAR S H AT
AT B I AR . WS BTN 3 AR
U ZiY), HEREIRTTRME M . B O AR
BT R EEY.

WFFTas R BoNIaIT e, SRl BT 4L E R
KN 50.0% 79.2%, PALSARCRILEZERA
Gl 2E R X (P<0.05). 23 T¥RT7 1T R BT7 e Al
P I B VEGF. CEA JKF, 4539674
VEGF /K FF&% (156.05+£59.05) pg/mL, 5[E4k
[ ARG A 240, 0 4] VEGF R R ) > T
YBIT UL, YT G W4 VEGF 7K 22 A gt 275 X
LI R IR VEGF /KF 5 5 115 A 5,
VEGF 7Kl R4 E 3 m 19U 221520, Zhan 2519
WoE R P VEGF /K1 =>613.38 pg/mL, H#H
H B AE IR . AFSTH VEGF 5T 800 pg/mL
(R E TG 22, IR A4S RAN Y . AR

AP T AR, AT TS RS I R IR
WU BRE, EA R R A, R T A
VEGF [ffaill, LUME b B S AEA iz .

AWFFMAHE FACIT-AL il 5 P 45 o) 45 DAY £ 2
PEI iU, FACTT-AT 5 H A A M — AN PP o Ak
BB AR ORI R, B Cella Si65E™, %
MEYR I UE 1% 3G A TR Y. R Boringy
HBHEWIVE >« REVED IR TR, $Em U
AR PR RE Y B S IR R I A TR

Hamilton &54RIE—11] 88 %/ [ = DN 5Ly (5
TELL P 2 VAR 5 me/kg IR IR RET 1697 I
PO, Joshua “EtHARIERL ] 82 2 Up Hiyw S
IS FH AR BB R s e 2 (i & Ly o i
H IR I b, A R B R . AN
FURM VR 5 mg/kg, WEVE 1/, 1L 2 14,
RZWEE 3 I T VRGN SCEME A R, T
HIT 4 O A A AR TR AL T L
BONAERE 68 4, i %2 R, ARHIEME M. H
Jile 7 L A AN R A, X 70 % DAE
fR e B, mRAT N DU AU s R VT
B AR R A B

g bprik, DURRPUIR I B R S AR
W7 T, H2 e R, B iR
HE) N A
SE Ik
[1] Ammouri L, Prommer E E. Palliative treatment of

malignant ascites: profile of catumaxomab [J]. Biologics,



LR RS

Drugs & Clinic

E3H HeW

20164 6 A - 877 -

(2]

(9]

[12]

[13]

2010, 4: 103-110.

Cella D, Neubauer N, Thomas J, et al. The FACIT-AI, a
new tool for assessing symptoms associated with malignant
ascites [J]. Gynecol Oncol, 2013, 128: 187-190.

R, BUEFT. VURSRPTIR T AR R B I AT 5T
W [J]. BRE5%2, 2013, 34(6B): 65-68.

ffikdti, FEARLE, XIGHIR, % —RPUMROH 28 A1k
s REA AL Y RIWFREERE (7). Zi2EHERE, 2014, 38(12):
892-896.

fi KIE. A N ERAYT 7Y (M]. dbxt bt
R L, 2004: 330.

Sloan J A, Berk L, Roscoe J, ef al. Integrating patient-
reported outcomes into cancer symptom management
clinical trials supported by the National Cancer Institute-
sponsored clinical trials networks [J]. J Clin Oncol, 2007,
25(32): 5070-5077.

Barni S, Cabiddu M, Ghilardi M, et al. A novel
perspective for an orphan problem: Old and new drugs for
the medical management of malignant ascites [J]. Crit
Rev Oncol Hematol, 2011, 79: 144-153.

Luo J C, Toyoda M, Shibuya M. Differential inhibition of
fluid accumulation and tumor growth in two mouse
ascites tumors by an antivascular endothelial growth factor/
permeability factor neutralizing antibody [J]. Cancer Res,
1998, 58(12): 2594-2600.

Manenti L, Riccardi E, Marchini S, et al. Circulating
plasma vascular endothelial growth factor in mice bearing
human ovarian carcinoma xenograft correlates with tumor
progression and response to therapy [J]. Mol Cancer
Ther, 2005, 4(5): 715-725.

Zhang L, Yang N, Garcia J R, et al. Generation of a
syngeneic mouse model to study the effects of vascular
endothelial growth factor in ovarian carcinoma [J]. Am J
Pathol, 2002, 161(6): 2295-2309.

Byme A T, Ross L, Holash J, et al. Vascular endothelial
growth factor-trap decreases tumor burden, inhibits
ascites, and causes dramatic vascular remodeling in an
ovarian cancer model [J]. Clin Cancer Res, 2003, 9(15):
5721-5728.

Pichelmayer O, Gruenberger B, Zielinski C et al
Bevacizumab is active in malignant effusion [J]. Ann
Oncol, 2006, 17(12): 1853.

Kobold S, Hegewisch-Becker S, Oechsle K, et al.

Intraperitoneal VEGF inhibition using bevacizumab: A

[14]

[16]

(18]

(21]

potential approach for the symptomatic treatment of
malignant ascites [J]. Oncologist, 2009, 14(12): 1242-
1251.

Fushida S, Oyama K, Kinoshita J, et al. VEGF is a target
molecule for peritoneal metastasis and malignant ascites
in gastric cancer: prognostic significance of VEGF in
ascites and efficacy of anti-VEGF monoclonal antibody
[J]. Oncol Targets Ther, 2013, 6: 1445-1451.

Du N, Li X, Li F. Intrapleural combination therapy with
bevacizumab and cisplatin for non-small cell lung
cancer-mediated malignant pleural effusion [J]. Oncol
Rep, 2013, 29(6): 2332-2340.

Zhao H, Li X, Chen D, et al. Intraperitoneal administration
of cisplatin plus bevacizumab for the management of
malignant ascites in ovarian epithelial cancer: results of a
phase III clinical trial [J]. Med Oncol, 2015, 32(2): 292.
Mo i, ZAS . DU TS AR 1T Al /N 20
R e T & i ey S U R w3 B T DN S
e BE2ENR, 2015, 35(8): 1194-1198.

Zhan N, Dong W G, Wang J. The clinical significance of
vascular endothelial growth factor in malignant ascites
[J]. Tumour Biol, 2016, 37(3): 3719-3725.

Koztowski M, Laudanski W, Mroczko B, et al. Serum
tissue inhibitor of metalloproteinase 1 (TIMP-1) and
vascular endothelial growth factor A (VEGF-A) are
associated with prognosis in esophageal cancer patients
[J]. Adv Med Sci, 2013, 58(2): 227-234.

Werther K, Christensen 1J, Briinner N, et al. Soluble
vascular endothelial growth factor levels in patients with
primary colorectal carcinoma. The Danish RANXO0S5
Colorectal Cancer Study Group [J]. Eur J Surg Oncol,
2000, 26(7): 657-662.

Lou Y, Lu L, Li L, et al. Reliability and Validity of the
Chinese Version of FACIT-AI, a new tool for assessing
quality of life in patients with malignant ascites [J]. J
Palliat Med, 2015, 18(10): 829-833.

Hamilton C A, Maxwell G L, Chernofsky M R, et al.
Intraperitoneal bevacizumab for the palliation of
malignant ascites in refractory ovarian cancer [J]. Gynecol
Oncol, 2008, 111(3): 530-532.

Kesterson J P, Mhawech-Fauceglia P, Lele S. The use of
bevacizumab in refractory ovarian granulosa-cell carcinoma
with symptomatic relief of ascites: a case report [J]. Gynecol
Oncol, 2008, 111(3):527-529.



